Introduction
Alpha chain disease (a-CD) is defined as a lymphoid proliferation of the secretory IgA system in which plasma cells synthesize an incomplete, low molecular weight a heavy chain. It is the commonest form of heavy chain disease, although little more than 150 cases have been recognized . Only a small number of patients have been described with respiratory a-CD and the majority of patients have involvement of the intestine. Many patients develop a fatal malignant lymphoma. The condition is thought to arise from an aberrant immune response by the secretory IgA system to sustained topical antigenic stimulation (Rambaud and Seligmann, 1976) .
We describe a patient who developed the early 'pre-malignant' stage of a-CD , whilst resident in England and who responded to long-term antibiotic therapy alone.
Case report
A 40-year-old man born in Bangladesh presented with diarrhoea and abdominal cramps of 3 weeks duration having previously been well. He 
Discussion
Alpha chain disease has been classified as an immunoproliferative small intestinal disease because, in its early stages, a-CD is not truly malignant and the abnormal plasma cell proliferation is reversible (WHO Memorandum, 1976) . This classification would appear to be a misnomer as the disease can involve the large bowel, as described here, and also the stomach (Guardia et al., 1980 IgA. al., 1979; Tandon et al., 1980) . The important environmental factors responsible for triggering off a-CD appear to be small intestinal pathogens. Giardia lamblia seems to be particularly prevalent, present in 24% of one group of patients studied (Rambaud and Seligmann, 1976) . Nevertheless, the dramatic response of a small number of patients to oxytetracycline and in the patient here to cotrimoxazole, points towards bacterial antigen as the initiator of a-CD (Rambaud et al., 1978) . Additionally, genetic factors must play a part to account for the low incidence of a-CD in the Indian subcontinent. In southern India for example, a large number of people with a high prevalence of intestinal infection have been monitored over a long period of time for tropical sprue studies, without a single case of a-CD ever being detected (Baker and Mathan, 1971; Ross and Mathan, 1981) . Further evidence of a possible genetic susceptibility is an abnormal chromosomal marker (Gafter et al., 1980) and the occurrence of a Hodgkin's lymphoma some years after successful treatment of a-CD (Monges et al., 1981) .
The intestinal pathogens of our patient were probably acquired whilst in Bangladesh, but the delayed onset of the disease 6 months later, whilst resident in the United Kingdom, is evidenced by the abrupt appearance of symptoms and a near normal albumin and vitamin status in the face of severe malabsorption. In some patients, manifestation of a-CD may be delayed for more than 10 years after withdrawal from the initiating environmental factors .
The diagnosis of a-CD relies on laboratory studies designed to demonstrate the presence of incomplete a heavy chain protein in serum and secretions, although, rarely, a patient may have a non-secretory form of a-CD (Rambaud et al., 1980) . Initial immunochemical diagnosis is difficult as single radial immunodiffusion measurement of IgA may give falsely normal, high or low 'IgA' values in a-CD, due to varying polymerization of the abnormal protein (Doe, 1979) . Immunoselection by immunoelectrophoresis of serum into a gel containing antisera to the Fab portion of the IgAl a heavy chain is currently the most precise diagnostic test (Rhodes, Jewell and Janossy, 1980) . Finally, the IgA protein can be analyzed in the fashion described here to confirm the diagnosis of a-CD. Using a similar technique in other a-CD patients, the molecular weight of the a-heavy chain protein varies between 29000 and 34000, indicating a chain length between half and three-quarters that of normal a heavy chain (Rambaud and Seligmann, 1976) .
Alpha chain disease is thought to evolve from a benign plasma cell infiltrate, the premalignant phase, through to a lymphoma by dedifferentiation of mature plasma cells to immature cells rather than formation of an additional malignant clone of cells (Gafter et al., 1980) . As malignancy is difficult to diagnose in the early stages, routine laparotomy is recommended before deciding treatment (Mougenot et al., 1981) . Antibiotic-induced remission of the premalignant phase is well documented (Rambaud and Seligmann, 1976; Rambaud et al., 1978; Monges et al., 1980; Rhodes, Jewell and Janossy, 1980) , while patients with lymphoma can be successfully treated with cytotoxic chemotherapy (Mougenot et al., 1981) . Our patient showed a marked clinical improvement and a fall in concentration, but not disappearance of his a heavy chain protein, after antibiotic therapy. One striking improvement was the disappearance of his naso-pharyngeal lymphoid tumour. Such a tumour has been recorded in only one other patient (Doe, 1979) . Possibly these two cases might represent a combined respiratory and intestinal form of a-CD.
